Following lumbar epidllral analgesia, a 26 year old primiwavida developed right ptosis alld other signs of paralysis of the right sympathetic supply to the head and neck. The case is disclIssed and compared with cases of Horner's syndrome which hm'e followed epidural analgesia. It was probably dlle to differen:'ial sympathetic blockade.
I nterruption of the sympathetic outflow to the head and neck is not a common occurrence during lumbar epidural analgesia for the relief of pain in labour. Such a case is reported, and the possible causes are discussed.
CASE REPORT
A healthy 26 year old primigravida requested epidural analgesia in labour when the cervix was 5 cm dilated. The epidural space was located at the L2-3 interspace using the loss of resistance to saline technique, with the patient sitting up. A catheter was inserted in a cephalad direction so that approximately 3 cm was in the space.
The patient was then placed supine with a pillow under the right buttock. After a test dose of 2 ml 0.5% plain bupivacaine had produced no signs of spinal anaesthesia, a further 6 ml was given. Within 20 minutes, she was pain free, with a loss of sensation to pin prick from T 12 downwards bilaterally. The caudal extent of the block was not determined. The blood pressure at this stage was 120 over 70 mmHg, and the pulse rate 90 beats/min. When analgesia had been established, the patient lay on her right side.
Ten minutes later, she complained of "pins and needles" in her right arm, and she was turned on to her left side. The symptoms were still present in the right arm 30 minutes later. The patient had no other complaints, On examination, the pulse rate was 80 beats/min and the blood pressure 120 over 80. She was pain free with loss of sensation to pin prick from TI2 to S2 on the right, and Tl2 to L3 on the left.
There was obvious ptosis of the right eyelid, and marked conjunctival injection on the right. The pupils were equal and regular, with normal reactions. The right arm showed diminished sensation to pin prick over the C8 and TI distributions, and appeared to be weaker at the shoulder, elbow and wrist than the left arm. The right arm was warm and dry, in contrast to the left which was cold and clammy. The cranial nerves were normal.
Labour pains recurred in the left iliac fossa 60 minutes after the epidural injection. She was given 4 ml 0.5 % plain bupivacaine while lying on the left side. There was consequent complete pain relief, although the areas of the block did not alter. She delivered 100 minutes after the initial epidural injection, and at this stage, the weakness and altered sensation in the right arm had almost disappeared. The ptosis and conjunctival injection however remained.
Four hours following the first epidural injection, the right eye was normal. The puerperium was completely uneventful.
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DISCUSSION
The preganglionic sympathetic outflow to the head and neck leaves the spinal cord from the first three thoracic segments, while that to the arm leaves from T2-6 (Warwick and Williams 1973). Interruption of the sympathetic outflow to the head classically results in Horner's syndrome (Homer 1869), with ptosis, miosis and enophthalmos. In the patient described here, miosis was absent, but other features of interruption of the sympathetic outflow to the right side of t:he head and to the arm were obvious.
Previous cases of Horner's syndrome have been described complicating lumbar epidural analgesia (Evans, Gauci and Watkins 1975 , Collier 1975 , Thomas 1976 ) and complicating caudal analgesia (Kepes et al. 1972 ). In the two cases described by Evans et al. (1975) , sensory loss was present extending up to Tl on the affected side. In the case of Kepes et al. (1972) sensory loss came up to T4 on the affected side. Thomas (1976) states that he has observed unilateral Horner's syndrome on many occasions, during epidural analgesia in obstetrics, and estimates the incidence at about 1 %. He has not, however, noted any tendency towards a high sensory block. Similarly Collier (1975) described a case of Horner's syndrome following an obstetric epidural where the sensory block did not extend above T9. In t:he case reported here, sensory loss to pin prick was not recorded above T12.
Under normal circumstances, it is extremely unlikely that small doses of local anaesthetic injected in the lumbar region would reach the high thoracic levels. However, in pregnancy spread is known to be exaggerated (Bromage 1975 ). An extensive block could have resulted from intrathecal injection, but there was no evidence for this in the case reported here or in the others mentioned. Subdural injection of local anaesthetic has been demonstrated in one case of lumbar epidural analgesia (Boys and Norman 1975) but the present case exhibited no such features.
When sensory block extends unilaterally to the level of T1 as in the cases described by Evans et al. (1975) , then it is easy to explain the appearance of Horner's syndrome, but when the level falls short of this, e.g. T9 in the case described by Collier (1975) , T12 in the case described here, then at first an explanation seems more difficult. Consideration of the work of Greene (1978) and Heavner and de Jong Anaesthesia and Intensive Care, Vol. VIl, No. 2, May, 1979 (1974) does allow t:he following suggestion to be made.
The height of an epidural block is almost invariably assessed by response to pin prick or some other form of painful stimulus. However, Greene (1978) has shown that sensory loss to temperature (transmitted by AS and C fibres) is an average two spinal segments, and on occasion as many as six spinal segments, higher than sensory loss to pin prick, which is also transmitted along AS and C fibres. The fibres transmitting temperature thus appear to be more sensitive to the effects of local anaesthetic agents than those sub serving pain. But Heavner and de J ong (1974) have shown that B fibres, which are preganglionic sympathetic fibres and therefore found in the epidural space, are in fact more sensitive to local anaesthetic agents than are the unmyelinated C fibres.
It is suggested that the actual sensory height of a block is several segments higher than that shown by pin prick and that sympathetic block could be even higher still. This could thep explain the appearance of a sympathetic block to the head and neck when the sensory level is in the low or mid thoracic region. Unilateral spread of solution is a well known phenomenon (Worthley and Fenwick 1976) .
What about the weakness and paraest:hesia in the right arm? Spread of local anaesthetic to the upper thoracic and cervical region in sufficient concentration to produce motor weakness would be improbable. The symptoms in the right arm can simply be explained by the patient lying on it in an awkward position, thereby compressing the median and ulnar nerves.
